vivo studies that led them to conclude that SLC26A4 has a prominent role in airway mucus production. Mutations in the SLC26A4 gene lead to the Pendred syndrome of deafness but no one has reported a role for this iodide-channel protein in the lung. The mechanism by which pendrin regulates mucus expression was not determined in this study and no abnormal lung phenotype has been reported in SLC26A4-null mice. Nevertheless, the study identifies a potential new candidate protein in the pathogenesis of asthma and COPD; it also raises the possibility that an imbalance of iodide or another anion in airway epithelial cells is a contributing factor in excessive mucus production.
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